who were without any self-reported history of ligament or tendon injury. Both subjects and 6 healthy controls are from the same soccer teams, of the same ethnicity (Polish, East-Europeans for 7 ≥ 3 generations), a similar age category, and had a comparable level of exposure to ACL injury.
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Introduction

1
Soccer is an intermittent team sport with high physiological demands. Professional players cover 2 8,000-12,000 m during a match, with up to 20% of the overall distance corresponding to maximal 3 or near maximal running efforts.
1, 2 Rapid movements such as jumping and tackling are also 4 frequently performed by players during a match. 3, 4 Given the high physiological demands, it is not 5 surprising that soccer is also associated with a relatively large number of injuries. The incidence 6 of soccer-related injuries is estimated to be 10-35 per 1000 hours of exposure in adult male soccer 7 players, 5, 6 with approximately 60-80% of injuries occurring in the lower extremities, most 8 commonly at the knee or ankle.
9
The anterior cruciate ligament (ACL) rupture is one of the most severe musculoskeletal 10 soft tissue injuries in professional sport. 8, 9 ACL ruptures are complex, multifactorial disorders 11 determined by the interaction of extrinsic and intrinsic risk factors. 10 The familial aggregation 12 observed in ACL injuries 11, 12 has prompted researchers to investigate a possible genetic linkage.
13
Genetic polymorphisms within the major alpha chains of the collagen type I gene 14 (COL1A1), which is located on chromosome 17q21, have been shown to influence the 15 predisposition for ACL rupture in non-athletic cohorts. 13 In particular, the functional COL1A1 Sp1 16 binding site polymorphism (COL1A1 Sp1 +1245G/T, rs1800012), initially described in 1996, 14 17 has been associated with the risk for ACL injury. 
17
There were no significant differences in genotype distribution and allele frequencies of the 18 COL1A1 -1997G/T (rs1107946) and +1245G/T (rs1800012) polymorphisms between the ACL 19 rupture group and the control group using the 2-by-3 general test of association (Table 1) . 
26
If the difference was two times higher (8.4% vs. 0%) the statistical power would increase to 82%.
27
Likewise, there were also no significant differences in the dominant or the recessive tests for the 28 COL1A1 -1997G/T polymorphism.
1 COL1A1 -1997G/T and +1245G/T were found to be in linkage disequilibrium ( We believe that the results of our study are overall valid, as we strictly followed the latest 
